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Because epidemiology is entangled in our society we must take hold of 
this locus and be responsible for our research in its social context, a 
stance clearly in conflict with the writings of Rothman, who maintains 
that our focus should be on causation and that as a discipline we should 
avoid political or policy debates. 


Epidemiology focuses on the distribution of ill-health as well as the 
social determinants of disease; consequently, it is not purely an 
observational discipline, but participatory as well. Research on 
passive smoking exemplifies the political rather than the purely 
scientific audience for research findings. 


Colditz Graham A, Epidemiology - Future Directions. International Journal of Epidemiology, Vol. 26, No. 4:693-697, 
1997 
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^PfENDIX 19 

J^|e-Sp<c^^c Dtalhi and Dealh Raltj From Long Cancir ai Underlying Cauje Among Lifelong 
(rtrtr-Smofcen and Currenl CIgartIte Smoker*! Men, CPS-I and CPS-II 
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Tab!e 14 

Percenlage of the lolal rale difference for all causes between smokers and never-smokers 
conlrKniled by various diseases* 
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Caution Is urged In Interpreting the comparison of lung cancer death 
rates at "eqoivaleiit" levels of self-reported smoking. Information on the 
number of cigarettes smoked at enrotlmciil may not mirror the lifelong 
patterns of smoking that cause lung cancer. Cigarette consumption during 
adolescence and early adulthood was probably heavier among smokers in 
Cl’S-!! than in CPS-1 for several reasons. First, mamifactiiied cigarettes were 
mote available in the 1940's and 19.50's than in the 1920's and 1930's (U..S. 
IJcparlmciit of llealtli and Human Services, J989). Cl’S-li smokers born in 
the laic 19Z0's typically liegan smoking after World War II when cigarettes 
were plentiful and there were few prohibitions against smoking. SetomI, 
binli cohort analyses of the U.S. general [topulalion show that Ihe peak 
prevalence of smoking among white men increased wllh eacfi successive 
bitih cohort from 1900 to 1929 and decreased thcreafler (Burns, 1994). 
Similarly, age-specific deal It rates from lung cancer dealti rates have 
decreased among U.S. men born aflcr 1930 (I>evcsa et al., 1989; GillllaiKl ami 
Samel, 1994). Thus, the large increase in death rates from CI’S-I to CI*S-II 
probably reflects unmeasured heavier smoking in el’s'll during llie I94(l’s 
and IPSO's as well as the measured increase in daily consuiiipliun and 
duration of smoking. 

Olher factors that could influence the intensity of cigarette smoking are 
that Cl’S-ii smokers may include more addictcil "liarti core" smokers wlio 
cannot quit despite health and social concerns. I’arlly lo conijJcnsalc for tl'e 
lower tar and nicotine content of modern cigarettes (U.S. DeparlmenI of 
Ileallli and Human Services, 1989), CPS-II smokers may inhale moredecirly, 
take more puffs per cigarette, or retain the smoke longer in llieir lungs tlian 
did smokers in Ihe past (Benowitz et al„ 1983 and 1986; Merning et al-, 
Russell et al., 1980; U.S. Department of Health and Human Services, 1988 ). 
Strong social prolilbitlons against smoking may liave caused CFS-il smokers 
to underreport usage or to reduce their consunqrtiori in an effort to quit. 


Smokers in the I980's also may have tiern more vulnerable to itie carcinogens 
ill tobacco snioke because of lower dietary Intake of fresli fmits anti vegetables 
(Subar el al., 1990; Willett, 1990). Finally, titc large decrease In cardiovascular 
modality from CI’S-I to CPS-II could coinritntle soniewliat to llic increasing 
lung cancer death tales, attliougli must (lutenlial confounding resulting fioni 
com[>eting causes was eliminated liy stratifying person-years al risk into S-ycar 
age intervals. 

Despite llte many uncertainties that constrain the ability lo compare llie 
inirinsic carcinogenicity of cigarettes front tltcsc two eras, Ihe net effect of 
all changes in the cigarette and tlie smoking of cigarettes has been a large 
Increase rallicr Ilian decrease in lung cancer iiiorlalily in smokers. Alllioiigh 
low-tar, filler-lip cigateiles have trccii stiown to slightly reduce lung cancer' 
risk compared with noiinileied cigarellcsiii several epidciniologic studies 
(llamiiraiid, 1980; Hammond cl al., 1976; Lubiii ct al., 1984a and 1984b; 
Viiltic and Ktmzc, 1982; Wynder el al., 1970), Ihe |>oiential benefits of lliese 
prtKiucls arc clearly ovcrwlielnied by the more potent adverse changes in 
smoking behavior and perhaps by other uDklciitified factors. The evaluation 
of cigarettes has not protected smokers from fatal lung cancer. 

1'he falling death rates from CHI) and stroke seen in this study reflect 
major nationwide declines tliat began for Ci lD in lire mid-t960's and for 
stroke in Ihe 1940's or earlier (rooper et al., 1978; Higgins and Thom, 19S9; 
Moriyaina et al., 1971; Ragland et al., 1988; Russell et al., 1980). Data suggest 
titat iniicli of the decline results from factors oliicr tlian smoking cessation 
because niurtaiity decreased among boll) current smokers and lifelong never- 
sniokcrs, groups largely unaffected by smoking cessation. Miicli of ilic 
nailonwido decline in CUD mortality prolrably reflects reduced mortality 
resulting from therapeutic advances. We measured inorlalily rallicr tlian 
Incidence and could not dislingtiisli between cliaiigcs in incidence because 
of diet, exercise, antihypertensive or aiililliiombotic llierapy, control of lipids, 
or improvenicnl In survival because of medical care. Most of lliesc factors, as 
well as smoking cessation, are thought to play some role in lire nationwide 
CUD decline (Cooper el al., 1978; Higgins and Thom, 1989; Moriyama el al., 
1971; Ragland ct at., 1988; Russell el al., 1980), ahhougit their relative 
inijiortance is unknown. 

Because CI’S-I and CPS-II Include mostly while middle-class Americans 
(Carrinkel, 1985; Slellmail and Gaihnkel, 1986), It cannot be Concluded 
that ihe trend of falling CMD mortality will affect all segments of the U.S. 
population equally. For the i>oor and minorities in paiticular, more limited 
access to medical treatment and prevention may result in a slower decline 
in CHI) morlalily (Cooper et al., 1978) anti proiwrlionately greater OHD 
moitalily as a cause of excess death in smokers. Because the |xx)r are 
increasingly overrepresented among the 46 mililon Americans who smoke, 

Ihe authors' data may underestimate the excess in CHI) mortallly among 
smokers in ttie general i>opulatfon. 
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